[The regulatory effect of protein kinase C epsilon on vascular reactivity and calcium sensitivity during hemorrhagic shock in rats].
To observe the regulatory effect of protein kinase C epsilon (PKC epsilon) on vascular reactivity and calcium sensitivity following hemorrhagic shock. The superior mesenteric artery (SMA) obtained from rats in hemorrhagic shock for different time duration (immediately, 0.5 hour, 1 hour, 2 hours and 4 hours after shock) were adopted to determine the mRNA expression of PKC epsilon using reverse transcription-polymerase chain reaction (RT-PCR) technique, and the first branch of SMA were adopted to assay the vascular reactivity and calcium sensitivity by observing the contraction initiated by norepinephrine (NE) and Ca2+ with isolated organ perfusion system. The agonist and antagonist of PKC epsilon were used to observe the regulation of PKC epsilon on vascular reactivity and calcium sensitivity at 2 hours after hemorrhagic shock. (1) Vascular reactivity and calcium sensitivity of the first branch of SMA were increased at the early stage of hemorrhagic shock, and decreased at the late stage of hemorrhagic shock. PKC epsilon mRNA exhibited a time-dependent increase following hemorrhagic shock, peaked at 1 hour (P<0.01) and maintained at a high level at 4 hours (P<0.01). (2) The agonist of PKC epsilon increased the vascular reactivity and calcium sensitivity of the first branch of SMA, and its antagonist decreased the vascular reactivity and calcium sensitivity of SMA at 2 hours after shock (all P<0.01). PKC epsilon may be an important endogenous protective molecule. It plays an important role in the regulation of vascular reactivity and calcium sensitization following hemorrhagic shock.